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Research on Tracing the Proliferation of Pancreatic Cancer Cells with the Fluorescence Probe Following FASC. Mi Ruifang, Pan Chunxi-
ao, Zhang Junwen, et al. Brain Tumor Research Center, Beijing Neurosurgical Institute, Beijing Tiantan Hospital Affiliated to Capital
Medical University, Beijing 100050, China

Abstract Objective To trace the proliferation of pancreatic cancer cell using the CFSE fluorescent dye and obtain the cells with
low proliferation rate by fluorescence activated cell sorting (FACS). Methods We synthronized the cell cycles of pancreatic cancer cells
through culturing them in the low serum medium (0.5% ). We traced the proliferation rate of pancreatic cancer cells in the mutation li-
brary using the CFSE probe. We selected the cells with low proliferation rate in the pancreatic cancer library by FACS at the selected time
point. We detected the cell proliferation rate using CCK — 8 method. Results CFSE dyed the pancreatic cancer cells evenly with high
green fluorescence intensity. The fluorescence intensity was gradually attenuated at the time point of 0, 48, 96 and 144h. The cell cycles
of the pancreatic cancer cells were synthronized when starved in the low serum medium for 48 h. And the cells with low proliferation rate
were successfully selected following FACS after tracing for 144 hours with CFSE in vitro. The proliferation rate of the selected cells was
significantly decreased compared with the original pancreatic cancer cells(P =0.006). Conclusion CFSE fluorescent dye can be used to
trace the proliferation of the pancreatic cancer cells, and the cell with low proliferation rate is successfully selected with CFSE dye follow-
ing FACS.

Key words Pancreatic cancer; Fluorescent dye; FACS; ASPC -1 cells
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